Spatiotemporal Dynamics of Immune Cells in Early Left Venticular Remodeling after Acute Myocardial Infarction in Mice.
Myocardial infarction (MI) remains a leading cause of morbidity and death. Insufficient delivery of oxygen to the myocardium sets into play a complicated process of repair that involves the temporal recruitment of different immune cells so as to remove debris and necrotic cells expeditiously and form effective scar tissue. Clearly defined and overlapping phases have been identified in the process, which transitions from an overall pro-inflammatory to anti-inflammatory phenotype with time. Variations in the strength of the phases as well as in the co-ordination among them has profound consequences. Too strong of an inflammatory phase can result in left ventricular wall thinning and eventual rupture, whereas too strong an anti-inflammatory phase can lead to cardiac stiffening, arrhythmias, or ventricular aneurisms. In both cases, heart failure is an intermediate consequence with death being the likely outcome. Here we summarize the role of key immune cells in the repair process of the heart following left ventricular MI, along with the associated cytokines and chemokines. A better understanding of the immune response ought to lead hopefully to improved therapies that exploit the natural repair process for mending the infarcted heart.